mice. We therefore analyzed HSCs from wild-type mice (Table 1) , the MAS in Lnk-deficient mice appeared to be 4.3-fold higher than that in of the CD34 − KSL cells from wild-type mice were labeled with BrdU by 2 weeks. In contrast, 94.6% of wild-type mice in this clonal analysis. These data indicate that in this mutant mouse strain, not only the absothose cells from Lnk-deficient mice were labeled. These data suggest that Lnk-deficient HSCs enter the cell cylute number of HSCs is increased, but also the repopulating activity of an individual HSC. This increased RU cle more frequently than do wild-type HSCs. However, 
